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L E T T E R S  T O  T H E  E D I T O R

New onset of alopecia areata in a patient with SARS- CoV- 2 
infection: Possible pathogenetic correlations?

Dear Editor,
Coronavirus disease (COVID- 19) has spread across the globe from 
December 2019 determining the current pandemic. It is caused by se-
vere acute respiratory syndrome coronavirus 2 (SARS- CoV- 2), an RNA 
virus of the betacoronavirus family. Besides COVID- 19 respiratory 
symptoms, skin manifestations have been largely reported, such as 
chilblain- like lesions, urticaria, maculopapular lesions, and also hair loss.1

We report a case of alopecia areata(AA) which occurred after 
SARS- CoV- 2 infection.

In October 2020, a female patient aged 29 was admitted to our 
post- COVID Dermatology Office, complaining progressive hair loss 
starting 6 months before our observation. The patient had been di-
agnosed with SARS- CoV- 2 infection in March 2020, following posi-
tive naso- oropharyngeal swab test. Reported symptoms were fever 
and dry cough, treated with paracetamol and azithromycin and re-
quiring no hospitalization.

The patient recalled that hair loss started 1 month after the onset 
of COVID- 19, firstly on vertex and parietal regions, with patchy dis-
tribution, then involving the total scalp surface.

A trichological evaluation showed a generalized hair loss of the 
scalp, with regrowing hairs of different lengths (Figure 1A,B) and 
the loss of the outer third of the eyebrows. Trichoscopy showed 

black dots, yellow dots, exclamation mark hairs, and regrowing hairs 
(Figure 1C– E). The clinical and trichoscopic aspects were compatible 
with the diagnosis of alopecia areata totalis. No other skin manifesta-
tions of COVID- 19 were present.

Personal history was negative for autoimmune and trichological 
disorders; family history was negative for AA, but her brother was 
affected by Bruton syndrome (agammaglobulinemia). Laboratory 
findings including thyroid function tests, celiac disease tests, an-
tinuclear antibody (ANA) test, and Extractable Nuclear Antigen 
Antibodies (ENA) panel were normal.

Triamcinolone acetonide injections, oral vitamin D and probiot-
ics, and topical steroids and bimatoprost for the eyebrows were pre-
scribed with good response.

In literature, only few reports describe a possible association be-
tween AA and COVID- 19.

Some works reported an increase of AA as a consequence of the 
pandemic, as a stress- related factor causing hair loss in non- infected 
individuals.

Only two previous cases of new- onset AA after SARS- CoV- 2 in-
fection have been described,2,3 and our report is the third published 
case of new- onset AA in a COVID- 19 patient, and the second one 
with total distribution.

F I G U R E  1  (A, B) Macroscopic images 
of AA totalis, with complete scalp hair 
loss and diffuse regrowing hairs; (C, D) 
trichoscopic images showing multiple 
yellow dots (star), black dots (red circles), 
exclamation mark hairs (blue arrow); and 
(E) trichoscopic image of regrowing hairs
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AA is a complex autoimmune disease, in which inflammation and 
loss of hair follicle immune privilege(HFIP) lead to T- cells activation 
and non- scarring hair loss. Several environmental factors have been 
suggested as possible triggers in genetically predisposed individu-
als, such as stress, viruses, vaccination, and hormonal alterations. 
Stress is one of the most common trigger exacerbating or induc-
ing AA; thus, cases of AA in individuals with COVID- 19 could be a 
consequence of the psychological distress related to the infection. 
Although is not possible to directly link the SARS- CoV- 2 infection 
and AA onset in our patient, there seems to be a close association in 
timing between them, suggesting a possible correlation.

Therefore, the connection between AA and other viruses has 
been suggested by many authors, particularly cytomegalovirus 
(CMV), Epstein- Barr virus (EBV), and hepatitis B vaccination.4 Viral 
infections could cause AA via the interferon (IFN)- mediated antiviral 
response, which induces major histocompatibility complex (MHC) 
class I expression in the proximal outer root sheath with consequent 
loss of HFIP. Other possible mechanisms include molecular mimicry, 
superantigens, and epitope spreading.4 SARS- CoV- 2 could activate 
one of these processes activating the cytokine cascade involving 
IFN and other pro- inflammatory cytokines such as IL- 6, which is 
usually elevated in both COVID- 19 and AA.5

In particular, IL- 6 seems to dose- dependently inhibit the prolif-
eration of follicular keratinocytes and the HF stem cells, functionally 
blocking the transition from telogen to anagen.6

In conclusion, our report provides a contribution to the current 
knowledge about the mechanisms undergoing the dermatological 
manifestations of COVID- 19, and to the possible association be-
tween SARS- CoV- 2 and AA.
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